. Neurological sarcoidosis was evident in 38 of 537 (7%) patients with both clinical and histological evidence of sarcoidosis. In addition to neurological involvement there was evidence of multisystem disease for neurosarcoidosis was associated with intrathoracic involvement in 31 (82%) patients, SARCOIDOSIS CLINIC 1954 -1964 (4) or with papillmdema (3). It was right-sided in 9, left-sided in 9, and 7 were bilateral (Table 2) . Facial palsy has subsided satisfactorily in the majority leaving occasional residual evidence of facial weakness.
Resolution of neurosarcoidosis is more likely to occur in younger patients, whose sarcoidosis has an explosive onset and a short history; with erythema nodosum rather than chronic skin lesions; with acute rather than chronic uveitis; and with hilar adenopathy rather than old diffuse pulmonary infiltration. Clinical involvement of all parts of the nervous system is well recognized in Boeck's sarcoidosis. The most frequently affected sites are the cranial nerves, particularly the VII nerve, followed by peripheral nerves, and least commonly the meninges, the substance of the brain and cord (Jefferson 1957). The incidence ranges from 1P2% (Israel & Sones 1958) to 16% (Maycock et al. 1963) . The average reported figure corresponds to 4% as found in a series of 450 cases by Silverstein et al. (1965) . Due to the benign nature of sarcoidosis and the difficulties of neural biopsies pathological confirmation is seldom possible. In addition, as sarcoidosis is a general disease the true frequency is probably much higher.
Clinical diagnosis is usually made on the finding of neurological disease in established cases of sarcoidosis. In the absence of other system involvement the diagnosis is hazardous and requires confirmation. This should consist of a neural biopsy or autopsy, with bacteriological exclusion of tuberculosis and/or a positive Siltzbach-Kveim test (Siltzbach 1967) .
Pathological descriptions of neural sarcoidosis are predominantly of central nervous system lesions (Colover 1948 , Ricker & Clark 1949 , Meyer et al. 1953 , Jefferson 1957 . Urich (1967) gives an excellent account of 6 autopsy cases. The symptomatology appears to be due to the presence of sarcoid granulomas, which I can confirm in 2 cases (see below). Pathological reports of cranial or peripheral nerve involvement are very scarce (Wiederholt & Siekert 1965) and any unreported require publication. There may be some justification for the view that peripheral nerve symptoms are of 'toxic' origin (Maycock et al. 1963) , though I strongly suspect that if suitable material was available granulomas would be found.
Macroscopically the lesions may be divided into miliary and large nodules. The latter may simulate brain tumours (Goodman & Marguiles 1959) . It is of interest that local sarcoid reactions have not been described in relation to cerebral tumours though sometimes found in lymph nodes draining tumours elsewhere (Gregorie et al. 1962) .
The following brief description of the sarcoid granuloma is based on previous studies of extensive material from outside the nervous system and 2 cases of neurological sarcoidosis referred to me for opinion.
